The symptom complex of myotonia atrophica was first described as a separate entity by Batten and Gibb (1909) and Steinert (1909) who differentiated it from myotonia congenita (Thomsen's disease). In 1915 Curschmann introduced the name dystrophia myotonica, after Greenfield (1911) had associated cataract with the disease. Adie and Greenfield (192. 3) published their classical account of the disease after reviewing the literature. Fleischer (1918) investigated the pedigrees of numerous families affected by dystrophia myotonica and introduced a new conception of progressive heredity which even to-day has no final genetic explanation.
The case history of a patient with dystrophia myotoniea in whom the onset was misleading and rapid is reported below. A full investigation revealed some interesting features including histological changes which are rarely described in the literature. The family history was obtained from other members of the family who were examined, and the family pedigree constructed from this information revealed another concurrent hereditary defect. CASE REPORT.
During childhood E. J-was a healthy normal female who made satisfactory progress physically and at school. Influenced by her father who had stage connections, she started to train as a dancer at 1 7 years of age. Some months later she contracted rheumatic fever and during a long convalescence decided to abandon this strenuous career because she was told she had valvular disease of the heart. She became an hotel receptionist until her marriage in December, 1933, at Physical examination showed a myopathic facies with marked weakness of the facial muscles and bilateral ptosis of the upper eyelids.
The sterno-cleido-mastoid muscles were much atrophied, being apparently absent 011 the left side. She was unable to raise her head from the pillow without using her hands to tilt the head forward. The head and neck were set swan-like 011 the trunk compensating for the muscular weakness. There was some wasting of the muscles of the forearm, a weakened grip and a marked inability to relax the grip quickly. Questioning revealed that she had suffered increasing clumsiness of the hands during the previous six months. On attempting to relax the grip the wrist flexed and the fingers extended unevenly.
The vasti muscles were atrophied and weak, the gastrocnemei were enlarged but weak, and there was loss of power in the anterior tibial muscles with a degree of foot drop, the patient having a high stepping gait. The atrophied muscles of the limbs and also the muscles of the tongue showed the myotonic reaction 011 tapping with a percussion hammer. Acrocyanosis was present on the posterior aspects of both lower limbs, and there was an abnormally high palate, both characteristics of dystrophia myotonica (Adie & Greenfield, 1923) .
Cardio-vascular System. There was mitral stenosis without evidence of cardiac failure. The E-C.G. showed a heart rate of 70 per minute with P waves of low voltage, Microscopically the flexor carpi ulnaris showed muscle and fibrous tissue in normal proportions and 110 fat (Fig. o) .
The gastrocnemius consisted almost entirely of adult fatty tissue with thick strands of collagenous fibres in which lay numerous blood vessels (Figs. f> and 7 ).
The muscle fibres from both muscles showed changes, especially the appearance of numerous internal nuclear chains with much variation in the width of the fibre (Figs. f> and 7 ), which have been described previously by Adie and Greenfield (1923) and Meyenberg (1929) . These nuclei are shown lying within the muscle fibre in the transverse section of a fibre (Fig. 7) . Fig. 8 .
Cataract. The mother and grandmother both suffered from cataract which had been treated surgically. The grandmother became unable to read when she was 58 years of age and the mother at 38 years of age.
Deafness. There is a marked history of deafness in this family which has not been described previously in association with dystrophia myotonica, and as it is a 8. The pedigree of the family. readily detected defect, it cannot be considered a feature of the condition. The mother was unable to hear normal conversation at 38 years of age and the grandmother at 45 years of age. The deafness in this family was due to otosclerosis.
Mental Changes. There was no evidence of insanity in any members of the family, 'he patient, her mother and grandmother all had unfortunate marital experiences which the two former attributed to the intellectual inferiority of their husbands. 1 here has been a steady decline in the family fortunes from the great-grandfather, who was the owner of one of Glasgow's theatres, to the widowed mother and incapacitated daughter in financial difficulties. The family pedigree shows many childless marriages, high infantile mortality, and the dying out of many branches.
Cardio-vascular Examination. The only abnormality detected in a member of the family other than the patient was slurring of the QRS complex in the mother's K.C.G. Bell (1942) , who was unable to prove it. Moreover, have observed the opposite occurrence, namely, the presence of cataract alone in the generation following the fully developed dystrophia myotonica. After reviewing the scanty literature and considering his own findings in 13 cases, Evans (1944) found that the presence of certain cardio-vascular signs may aid earlier diagnosis of dystrophia myotonica. All the E.C.G. changes which he described as characteristic, namely, P waves of low voltage, a prolonged PR interval, slurring of the QRS complex and left axis deviation were present in this patient. He stated that an infrequent small pulse and low blood pressure were occasional findings whereas this patient had a normal pulse and blood pressure. Having examined 127 unequivocal cases, Maas (1937) found that the gonads were atrophied in the vast majority but in 2 severe cases no involvement was detected ; and Ravin and Waring (1939) Fleischer (1922) and confirmed by , and is well illustrated by this family history together with the high infantile mortality, childless marriages and dying out of affected branches also described by Fleischer (1922) . There was none of the persistent and morbid cheerfulness, mild grandiosity and lack of drive which Maas and Paterson (1937) 
